Mortality following myocardial infarction has been considerably reduced with the advent of the Coronary Care Unit. In the main, this reflects considerable success in the prevention, reoognition, and treatment of acute rhythm disturbances; failure of the heart as a pump remains a therapeutic challenge. Monitoring of various haemodynamic parameters, particularly central venous pressure, may be disappointing as a warning of impending acute circulatory embarrassment. The present investigation was undertaken to determine which haemodynamic parameter would best serve as a warning of impending death following the production of acute myocardial infarction in experimental animals.
MATERIAL AND METHODS
Twelve mongrel dogs were studied under intravenous anaesthesia induced and maintained with sodium pentobarbital. The trachea was intubated with a 'With support from the Swedish Medical Research Council and the Swedish National Association against Heart and Lung Diseases 21n receipt of a Wellcome Foundation Research Grant cuffed tube, and the dogs were allowed to breathe spontaneously; from time to time the lungs were forcefulily inflated to prevent collapse.
Cardiac catheters were introduced via skin incisions: one was advanced from the jugular vein trans-septally into the left atrium, one was positioned in the right atrium, and !one in the pulmonary artery. In one dog the left ventricle was catheterized in a retrograde fashion from the femoral artery. All cathheter positioning was undertaken under fluoroscopic control, and the position of the catheters was checked by observing the pressure tracings and blood gas saturations. Pressures were recorded with reference to the level of the right atrium, using electrical transducers (Elema). Extremity electrocardiographic leads were recorded together with pressures on an ink-jet oscillograph (Elema).
In two of the dogs, serial cardiac outputs were determined repeatedly at one-minute intervals. Cardiogreen was injected into the pulmonary artery and blood was withdrawn from the aorta through a Waters' densitometer. Serial blood dilution curves were obtained for calibration.
Following the oollection of control data, occlusion of the left circumflex coronary artery was produced either by wedging a radio-opaque Odman Teflon 626 Berglund, 1969) .
No single consistent pattern followed the creation of experimental myocardial infarction. Primary dysrhythmia was the most common as is the case in man (Lawrie, Greenwood, Goddard, Harvey, Donald, Julian, and Oliver, 1967 (Berglund, 1954) .
The primary rhythm disturbance which followed occlusive constriction of a smaller branch of the coronary arterial tree was presumably due to local diminution of threshold for fibrillation, as shown experimentally by Shumway, Johnson, and Stish (1957) , and differs from the events which follow constriction of the main left coronary artery (Case, Berglund, and Sarnoff, 1954) .
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